chillies on no more than two occasions -each intake accompanied by blistering of oral mucosa. Sirsat & Khanolkar (1960) were able to produce an extreme connective tissue response in rat palates by painting on capsaicin, but only if the rats showed either vitamin B or protein depletion. Normal rats showed only a limited mucosal and connective tissue change.
Histologically, the changes are similar to sclerodermia and to a number of connective tissue disorders. The fact that there is a reported incidence of raised ESR, raised gammaglobulin and occasionally positive rheumatoid factor may suggest a link with a connective tissue disorder. However, the condition remains restricted to the mouth and pharynx and many patients show no more than a raised ESR and a microcytic iron deficiency anvmia. The raised ESR may simply be linked to the anwmia.
Atrophy of the oral mucosa is one of the more disturbing features of the disease, as Pindborg & Sirsat (1966) have found a high incidence of leukoplakia in submucous fibrosis -26.9 % compared to 3 % in a control group; estimates of cases progressing to oral cancer vary from 6 20 %. It is therefoie to be classed as a premalignant condition. Treatment This is generally unsatisfactory, but steroids locally or generally, or combined, seem to produce improvement although there is some evidence that this is not maintained (De Sa 1957 , Rao 1962 ). This woman seemed to have a very small intake of chillies and yet had a marked disability. So far she seems to be responding slowly to intralesional steroids.
Dr I B Sneddon: Is the anxmia which is a constant feature in this condition just a simple iron deficiency and does it respond to oral iron?
Mr O'Riordan: Yes. but there is often a missed deficiency which must also be treated. Dr W B Reed: I call this disorder Pindborg's disease, since he has made several visits to India to investigate the disorder. He has four coloured illustrations in his 'Atlas of Diseases of the Oral Mucosa' (1968, Munksgaard, Copenhagen) . I also believe that besides hot spices, the chewing of tobacco, which is used with betel nut, is a cause of oral submucous fibrosis.
An identical situation exists with autosomal recessive dystrophic epidermolysis bullosa, in which fibrosis occurs in the mouth, with later development of squamous cell carcinoma (3 known cases now). showed a gross papular erythematous swelling, the lower lip was an eroded granulomatous mass (Fig 1) . Gums were hypertrophied and teeth carious. Tongue was normal.
Investigations: Blood count, ESR and chest X-ray normal. Electrolytes, calcium phosphatase, alkaline phosphatase normal. Cholesterol, lipids, liver function tests, urinalysis, chromosomestrypsin banding, mucopolysaccharide excretion, Wassermann reaction, Kahn's test and Kveim's test all normal. Mantoux 1:1000 negative, 1:100 positive. Biopsy face: tuberculoid granuloma, no acid-fast bacilli. Bone X-rays: calvarium thickened (Fig 2) , flask-like femur, radial widening, shallow acetabulum and Schmorl's nodes.
Case 2 J C, man aged 24 After two or three years of apparently normal progress became mute and increasingly deaf. His IQ was assessed at about 75. January 1957: left inguinal herniotomy. May 1957: a mass of granulomatous tissue containing many foreign body type cells was excised from beneath the scar. Since 1972 his upper lip has begun to enlarge and become red (Fig 3) .
Case 3 S C, man aged 21 Similar history of deaf mutism and mental deficiency. Skeletal survey shows similar changes to B C and J C. No granulomatous changes present.
The fourth child died and, in addition to being deaf, dumb and mentally retarded, had spina bifida. No records of his X-rays have survived. E Ã~~~~~~', It is thought that this may prove to be a previously undescribed genetic disease. consider it is caused by one gene, and deafness and mental deficiency are not features of this disorder. The multiple bony dysplasias indicate a widespread disorder. The mother told me that she had found that she and her husband, several generations back, had come from the same part of London. I believe that the inheritance is autosomal recessive since 3 out of 4 children had the disorder and the parents are normal.
